The synthesis of tumor and viral antigens after infection of an established line of cynomolgus monkey kidney cells with simian virus 40 JINET or YCB-1 cells as described previously (21) . Purification of Yaba virus was performed by the method of Joklik (8) . The stock was suspended in 0.001 M tris(hydroxymethyl)aminomethane (Tris) buffer containing 2% fetal bovine serum and stored at 4 C or -70 C. Uncloned strain 777 of SV40 was also propagated in JINET or YCB-1 cells by inoculating the diluted (23) seed virus into a 32-oz. (,ca. 360 ml) bottle at a multiplicity of infection (MOI) of 0.1 plaque-forming unit (PFU)/cell, or lower, and harvesting the infected cell cultures 6 to 7 days after inoculation. The harvested cultures were frozen and thawed once, and the culture fluids were centrifuged at 2,000 rev/min for 10 min. The supernatant fluids were saved and the pellets were suspended, sonically treated, and centrifuged. The supernatant fluids of the sonically treated materials were added to the previous supernatant fluids, and these pools were stocked at -20 C or 4 C. SV40 was assayed by plaque method or end point dilution method. The high susceptibility of JINET cells to SV40 has been reported (22 
grown in minimal essential medium (MEM) with 5% fetal bovine serum and 0.075% sodium bicarbonate. The maintenance medium used was MEM with 2% fetal bovine serum and 0.15% sodium bicarbonate.
In the experiments in which deoxyribonucleic acid (DNA) synthesis was studied, fetal bovine serum was omitted from the maintenance medium to avoid the nonspecific stimulation of host cellular DNA synthesis (19 JINET or YCB-1 cells as described previously (21) . Purification of Yaba virus was performed by the method of Joklik (8) . The stock was suspended in 0.001 M tris(hydroxymethyl)aminomethane (Tris) buffer containing 2% fetal bovine serum and stored at 4 C or -70 C. Uncloned strain 777 of SV40 was also propagated in JINET or YCB-1 cells by inocu- lating the diluted (23) seed virus into a 32-oz. (,ca. 360 ml) bottle at a multiplicity of infection (MOI) of 0.1 plaque-forming unit (PFU)/cell, or lower, and harvesting the infected cell cultures 6 to 7 days after inoculation. The harvested cultures were frozen and thawed once, and the culture fluids were centrifuged at 2,000 rev/min for 10 min. The supernatant fluids were saved and the pellets were suspended, sonically treated, and centrifuged. The supernatant fluids of the sonically treated materials were added to the previous supernatant fluids, and these pools were stocked at -20 C or 4 C. SV40 was assayed by plaque method or end point dilution method. The high susceptibility of JINET cells to SV40 has been reported (22) . YCB The effect of Yaba virus preinfection of cells on the formation of SV40 V antigens was examined. The experimental conditions were the same as those described above for T antigen. Viral antigen synthesis in SV40-infected J(N) started 12 hr after infection, and the maximal rate of V-antigen synthesis was attained at 21 hr after infection. DNA synthesis in nuclei of SV40-infected J(N) and J(Y). SV40 is known to induce host cellular DNA synthesis together with viral DNA synthesis in permissive host cells or only host DNA synthesis in nonpermissive host cells (4) (5) (6) 16) . We examined the nuclear DNA synthesis in J(N) and J(Y) after infection with SV40 by autoradiographic technique. The experimental conditions such as MOI levels of SV40 and Yaba virus, duration of Yaba virus pretreatment, and incubation temperature were the same with those described for T-and V-antigen experiments. Nuclear DNA synthesis in J(N) and J(Y) started to increase at 15 hr after inoculation (Fig. 2) . The percentages of silver grain-containing nuclei VOL. 8, 1971 on 3 days in the presence of 20 ,ug of Ara-C per ml. The same number of cell cultures was infected with Yaba virus in the absence of Ara-C. Ara-C-treated and untreated control cultures were also set up. SV40 was then inoculated into these cultures and incubated at 35 C for 2 hr for adsorption. The inocula which were inoculated into Ara-C-treated J(Y) and J(N) contained Ara-C. After adsorption, the inoculum was removed from the cultures, and maintenance medium which contained or did not contain Ara-C was added to Ara-C-treated or Ara-C-untreated cultures, respectively. Twenty-one hours after infection with SV40, the cultures were harvested and examined by fluorescent-antibody technique for T antigen-containing cells. The result ( virus-infected cells, whereas increased DNA synthesis in the nuclei of the same cells was observed. It seems unlikely that the inhibition of SV40 replication cycle was mediated by interferon because Yaba virus does not induce interferon production in JINET cells (20) and plaque formation of some superinfecting viruses which are known to be very sensitive to inferferon is greatly enhanced in J(Y) (20) . This enhancement also indicates that it is unlikely that the replication of SV40 is suppressed by exhaustion by Yaba virus of synthetic pools necessary for SV40 replication.
Yaba virus induces surface antigens in infected cells (unpublished data) which can be demonstrated only in unfixed preparations as in the case of vaccinia virus (12, 24 Poxviruses inhibit host cellular synthesis of macromolecules (1, 9, 11, 14) . Yaba virus is also known to inhibit the host cellular DNA synthesis (10) . Although it has not been established that Yaba virus inhibits the host cellular synthesis of macromolecules except DNA, it may be assumed that the host cellular synthesis of macromolecules such as ribonucleic acid and protein is also inhibited at least as a result of decreased rate of DNA synthesis. The inhibition of macromolecular synthesis by Yaba virus, however, seems to be rather specific to the synthesis directed by host genomes since a wide variety of viruses, including a herpesvirus, are not suppressed in J(Y). Inhibitory mechanism induced by Yaba virus may not recognize the SV40 genome as "foreign" and may suppress the expression of the genome through the same mechanism which inhibits host cellular synthesis, or Yaba virus may suppress the replication cycle of SV40 by inhibiting host cellular synthesis of products required for SV40 to replicate. It is very interesting to note that the superinfecting viruses (except poxviruses) which are inhibited by Yaba virus belong to the groups of viruses which induce tumors in hamsters.
The experiment with Ara-C indicated that de novo synthesis of both Yaba viral and host cellular DNA (25) . Vaccinia virus also inhibits host cellular protein synthesis in the presence of actinomycin D (14, 17) .
The DNA synthesized in the nuclei of Yaba virus-infected cells is yet to be identified. Todaro and Green (18) reported that SV40 could induce host cellular DNA synthesis in interferon-treated mouse cells, in the absence of the synthesis of T and V antigens and viral DNA, although Dulbecco and Johnson (2) reported a conflicting result. Gershon et al. (3) reported that polyoma virus induced host cellular DNA synthesis in the absence of viral antigen and DNA synthesis in mouse and rat cells in which the host cellular DNA synthesis had been reduced to one-tenth of the normal rate by X-irradiation. Identification of the DNA induced in the nuclei of SV40-infected J(Y) cells will be studied as well as the mechanism of the inhibition of SV40 replication in these cells. 
